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Neurocysticercosis as Anterior Inferior Cerebellar 
Artery syndrome

Abstract
A 23 year old male develops sudden onset, multiple cranial nerve involvement (V, VI, 
VII, VIII) on right side and right side cerebellar signs resembling anterior inferior 
cerebellar artery (AICA) syndrome. MRI of brain revealed colloid vesicular stage of 
cysticercus with perilesional oedema. This patient was initially started on steroids 
to prevent excessive inflammation due to anti parasitic agent leading to worsening of 
neurological deficit and albendazole was added later. We report this case as it is a rare 
presentation for neurocysticercosis to present as AICA syndrome.

*Registrar, **Junior Resident, ***Heat of Unit, 

Department of Medicine, T. N. Medical College and 

B.Y.L. Nair Ch. Hospital, Mumbai. 

Fig. 1: LMN rt. Facial palsy,

Rt. Abducens palsy

Introduction 

eurocysticercosis (NCC) is caused by Nlarvae of T. solium, is a major cause of 
late onset seizures in the developing 
countries. However this case of 
neurocysticercosis had rare presentation 
as cerebrovascular syndrome with 
distribution corresponding to anterior 
inferior cerebellar artery (AICA) syndrome 
due to cysticercotic angiitis.

Case Report
Our patient a 23 yr old muslim male, tailor by 

occupation, resident of Surat, symptomatic since 10-
15 days, initially noticed right sided facial weakness 
with inability to close his right eye, followed by 
blurring of vision and numbness of right half of the 
face and later had imbalance while walking. All of the 
above complaints evolved over 2 days and later on 
remain unchanged. No similar complaints in past. No 
history of TIA, tuberculosis or diabetes. He denied 
any family history of cerebrovascular events at young 
age. 

Clinical examination revealed right lower motor 

neuron facial nerve palsy, right abducens palsy (fig. 

1) and right trigeminal nerve involvement with loss of 

sensation on right half of face and weakness of 

muscles of mastication. Weber's test was lateralised 

to left ear and pure tone audiometry confirmed mild 

sensorineural hearing loss (right ear). There was no 

weakness in any of the limbs. There was impaired 

pain sensation of the left half of the body. Corneal and 

conjunctival reflex were lost on right, rest all reflexes 

were normal and plantars were fiexors. He had subtle 

cerebellar signs like dysdiakokinesia, dysmetria, 

dysynergia and swaying to right while walking and he 

was unable to do tandem walking.

MRI brain revealed presence of a 1.4 cm, well 

circumscribed lesion in the medial half of the right 

pons (fig. 2). 

This lesion is hyperintense surrounded by a 

hypointense rim and an eccentric hypointense speck 

is seen within the lesion on T-2 weighted images 

(fig.3).

Fig 2: Well circumscribed ring lesion 1.4 cm in size 

situated in the rt Pons. T2 weighted image shows 

hyperintense rim surrounded by hypointense rim.
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There is peripheral ring enhancement of the 

lesion after contrast administration. There is oedema 

noted extending up to the midbrain above, medulla 

below and right cerebellar peduncles and hemisphere 

laterally. The compression of the adjacent fourth 

ventricle and aqueduct is seen. This lesion appears to 

have characteristic features of infective granuloma 

probably a colloid-vesicular stage of cysticercus.

In our patient only intravenous steroids 

(dexamethasone) were started initially and after 7 

days of pre-treatment with steroids. Tab. Albendazole 

15 mg/kg in two divided doses was added and 

continued for 28 days along with oral prednisolone in 

tapering doses over 6 weeks. Patient improved 

clinically after treatment.

Discussion

Stroke is a rare manifestation of 

intraparenchymal NCC. It occurs due to 

inflammatory changes in the wall of 

intracranial arteries located in the vicinity 

of cysticerci and due to thickening of 

adventitia, fibrosis and endothelial 
1,2hyperplasia.

Lacunar syndromes are the most 

common stroke syndromes related to 

cysticercotic angiitis due to vasculitis of 

small, deep, penetrating branches leading 

to infarction in the internal capsule or the 

subcortical white matter. Occlusion of 

middle-sized intracranial vessels, 

brainstem infarctions (inflammatory 

occlusion of small branches of the basilar 

artery) is relatively uncommon. The 

haemorrhagic strokes are seen due to 

formation and subsequent rupture of a 

mycotic aneurysm located in the vicinity of 
3,4subarachnoid cysticerci.

Magnetic resonance imaging (MRI) is 

the most accurate neuroimaging modality 

for the degree, extent and location of NCC; 

however calcified lesions are better 

visualised on computed tomography (CT) 
5of brain . Vesicular (living) cysticerci are 

generally not visible on imaging studies. 

These cystic lesions do not enhance post 

contrast and lack perilesional oedema. 

These cysts typically appear as "hole-with-

dot" due to the presence of the scolex 

inside the cyst.  Col loidal  cysts 

(Degenerating) appear as ill-defined ring-

enhancing lesions with perilesional 

oedema best seen in MRI with FLAIR. 

Granular cysticerci are degenerated 

parasites seen as nodular hyperdense 

lesions surrounded by oedema or a rim of 

g l i o s i s  a f t e r  c o n t r a s t  m e d i u m  

administration, and calcified (dead) 

cysticerci appear on CT as small 

hyperdense nodules without perilesional 

oedema or abnormal enhancement after 
4,5,6contrast administration.

Serological test like ELISA and 

Immunoblot can be used for screening or 

in conjunction to neuroimaging as 

confirmatory tool if the diagnosis is 
4doubtful.  The proposed diagnostic 

criterion for human cysticercosis (2001) 

requires either presence of one absolute 

criterion or 2 major plus 1 minor and 1 

epidemiological criterion.

The most important aspect treatment 

of NCC is to provide symptomatic 

treatment i.e. anti-epileptics and anti-

inflammatory agents. Management of 

Fig 3: T2W images with FLAIR Central scolex with 

peri-lesional oedema extending in the mid-brain, 

cerebellum and medulla with compression of 

aqueduct.
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raised intrcranial hypertension may 
4,8require surgical CSF diversion.  The 

treatment of cysticerci should be 

individualised depending upon their 

location, site and stage of evolution. 

Cysticerci located peri-ventricular region 

posterior fossa, subarachnoid space are 

high risk lesions and starting such 

patients on anti-parasitic agents can incite 

excessive inflammatory response. Massive 

inflammation and peri-lesional oedema 

can cause death or wrosening of 

neurological deficit due to mass effect and 

vasculitis. In such cases, patients should 
8be only started on steroids.

For intraparenchymal NCC with viable 

cysts, the current recommended regimen 

is albendazole (ABZ) (15 mg/kg/day orally 
8for seven days or longer)  combined with 

dexamethasone 0.1mg/kg atleast for first 

7 days followed by tapering doses of oral 

steroids. Few studies have shown better 

resolution and lesser seizures in patients 
9who received ABZ than controls.  There is 

no benefit of using anti-parasitic drugs to 
4treat dead, calcified cysts.  Praziquantel 

(PZQ) has a slightly lower cysticidal 

efficacy than ABZ and its absorption is 

impaired with concomitant use of steroids. 

A n t i - p a r a s i t i c  a g e n t s  a r e  

contra indicated  in  cyst icercot ic  

encephalitis, calcified cysts, ophthalmic 
8and spinal cysts .
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Safety of tiotropium

Indirect evidence suggests the Respimat inhaler is riskier than the Handihaler

So where do we go from here? Pending the results of the head to head trial, the indirect evidence that 
is currently available suggests that the Handihaler is a safer bet than the Respimat. If patients have a 
strong preference for the mist inhaler, the possible increased risk in mortality will need to be shared 
with them, and the Cates plot in which 18 deaths occurred in the trials for each 1000 patients treated 
for a year with placebo, and an extra eight occurred in those treated with tiotropoum via the mist 
inhaler might help to make this easier.
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